Rigidity produced by anemic decerebration is thought to be dependent on hyper activity of a-motoneurons and has been the subject of neuropharmacological study (1, 2) as well as intercollicular decerebrate rigidity (so called -[-rigidity) (1-5) and ischemic spi
nal rigidity (4, 68) .
Anemic decerebrate rigidity of cats was originally reported by Pot lock and Davis (1930) , who succeeded in producing the rigidity by means of ligation of the basilar and the common carotid arteries (9). Due to the feasibility of using rats a< experimental animals, an attempt was made to produce anemic decerebrate rigidity in these animals. central part of the bone so that the basilar artery was made visible. Trephining was carried out carefully to avoid injuring the dura mater. In a state of adequate anesthesia, the dura mater was cut along the basilar artery, and the artery ( Fig. la) was cauterized using bipolar pincette electrodes of a coagulator (Mizuhoika Micro IC). As soon as the procedure was finished, the administration of anesthesia was discontinued. Rigidity developed within 30 min after ligation of the common carotid arteries and cauterization of the basilar artery. Marked extension of the forelimbs and rigidity of the neck occurred and continued, followed by extension of the hindlimbs and the tail (Fig.  l b) . Rigidity of the forelimbs was particularly remarkable and lasted for more than 2 hr. During this time, the rate of respiration was faster than that of normal rats; and corneal reflexes disappeared although pinna reflexes were still present. Rigidity due to anemic decerebration occurred in 192 out of 357 animals (540,,(')). Failure to produce rigidity was attributed mainly to excessive bleeding during the procedure.
Certain areas of the brain were demonstrated to be anemic by means of an intravenous injection of saturated solution of methylene blue (3 ml/animal) into the femoral vein. Several min after the injection, the animal was sacrificed; and the brain was excised, im mersed in 10 formaline for 24 hr and then cut longitudinally. Differentiation between the normal and the anemic areas of the brain was made possible by visually observing his tological preparations in which the anemic areas remained unstained. The smaller in ferior anterior part of the cerebellum, the medulla, and the spinal cord were stained (Fig.   Ic) . The difference between the anemic and the intercollicular decerebrate rigidities in rats was that, in the former type, a greater part of the cerebellum and all of the pons were decerebrated. The anemic decerebrate rigidity preparation in rats was somewhat dif ferent from that in cats, since in these animals the inferior half of the cerebellum and the caudal half of the pons were stained (9).
In order to study the participation of the r-loop in the occurrence of the rigidity, the effect of deafferentation on the rigidity was examined. Rats were previously subjected to unilateral deafferentation of the left forelimb. Anesthetized with pentobarbital-Na 35 mg/kg, i.p., the animal was fixed prone, laminectomy was carried out and then dorsal roots C4-C8 were sectioned on the left side. Two or three days after cutting of the dorsal roots, anemic decerebration did not result in rigidity in the deafferented left forelimb. Two or three weeks after the cutting, however, ridigity did occur in both the left and right forelimbs. This may indicate that the function of the r-loop has no or little influence on the occurrence of anemic decerebrate rigidity in rats.
The electromyographic responses recorded from the muscle of the forelimb were employed as measures of the intensity of the rigidity. Chlorpromazine-HCI (50011-,;kg), injected into the femoral vein, exerted little or no effect on the rigidity (Fig. 2) ; although in the intercollicular decerebrate rigid rats, considerable depression was seen by a smal ler dose of the drug. The mean depression level of anemic decerebrate rigidity was ap prox. 50 even with a larger dose of 2.0 mgjkg of chlorpromazine-HCI (Fig. 2) . Thus, the effect of chlorpromazine was much stronger on intercollicular decerebrate rigidity than on anemic decerebrate rigidity.
The fact seems to depend upon the preferential de pression of T-motoneurons by chlorpromazine (1, 2). It cannot be ruled out, however, that the difference in the effect of chlorpromazine in reducing the rigidities of two different types may be attributed in part to the difference in the intensity of the two rigidities, for the anemic decerebrate rigidity was obviously greater than that of inter collicular decerebrate rats.
